From the faeces of a baby, severely ill with gastroenteritis, we isolated in 1963 a shigella-like bacterium. The severity of the illness, the presence of serum 0 agglutinins against the organism to a titre of 1 in 32, and our inability to find another cause of the disease prompted us to send the isolate to the Shigella Reference Laboratory, Colindale, where Dr K. Patricia Carpenter identified our isolate as Plesiomonas shigelloides and drew our attention to this species of whose occurrence and significance we had previously been unaware. Ferguson and Henderson (1947) were the first to describe the organism and they called their strain C 27. The most popular name for the organism seems to be Aeromonas shigelloides (Cowan and Steel, 1965) but, as we b.lieve that there are a number of features distinguishing it from other Aeromonas species, we prefer and use the name Plesiomonas shigelloides (Habs and Schubert, 1962) .
MATERIALS AND METHODS
From March 1963 through to September 1967, 38 patients had Pies. shigelloides cultured from their faeces. Sampling of colourless colonies from Oxoid Leifson's desoxycholate citrate agar and Oxoid S.S. agar provided the isolates ofPies. shigelloides. Leifson's agar was inoculated by direct plating of faeces and also from G N broth (Edwards and Ewing, 1962) after overnight incubation, while S.S. agar was inoculated from Rappaport broth (Rappaport, Konforti, and Navon, 1956 ) after overnight incubation.
The amount of growth on primary plating was described as scanty when there were few colonies (up to 10) present, a moderate growth indicated 10 to 20 colonies, and a heavy growth meant that the organism dominated the flora.
Received for publication 20 February 1968. Hydrolysis of casein, fibrinolysin, and lipase activity were tested for by the methods of Eddy (1962) . Other bacteriological characteristics were determined by routine methods (Cruickshank, 1965) . Oxoid Multodisks were used for antibiotic sensitivity testing. In a few patients serum 0 and H agglutinins against the patient's endogenous strain of Ples. shigelloides were studied by standard techniques (Cruickshank, 1965 Table I ). Diarrhoea was the dominant symptom and although in the majority it was the only symptom, five children had vomiting. All children were admitted to hospital, but in nine children the disease was not severe, while in three children dehydration was sufficient to require intravenous fluid therapy. All recovered. In eight children in this group there was growth on primary plating and in six this was scanty in amount but cases 2 and 8 showed heavy growth. In case 7 we had no record of the method of isolation and in the remaining four cases (cases 3, 4, 12, and 13) the isolate was obtained by enrichment only.
The second group consisted of eight children in whom there was no evidence of intestinal disease and the isolate had b-en detected in one routine faecal culture done on admission to hospital (Table  II) . In two patients (cases 14 and 17) enrichment provided the isolate and in the remainder scanty growth occurred on primary plating with the exception of case 18 in which a moderate growth was obtained.
In the third group there were nine children with gastroenteritis from whom bacteria, conventionally regarded as enteropathogenic, were isolated in addition to Ples. shigelloides (Table III) (Eddy, 1960; Eddy and Carpenter, 1964) . A striking feature in the descriptions of Ples. shigelloides has been its possession of Shigella sonnei phase I antigen (Ferguson and Henderson, 1947; Schmid, Velaudapillai, and Niles, 1954; Sakazaki, Namioka, Nakaya, and Fukumi, 1959; Eddy and Carpenter, 1964) and of the 54 strains described by these workers, 31 possessed Shigella sonnei phase I antigen. The organism may possess other shigella antigens, for in Japan, Hori, Hayashi, Maeshima, Kigawa, Miyasato, Yoneda, and Hagihara (1966) (Schmid et al, 1954; Sakazaki et al, 1959; Eddy and Carpenter, 1964; Geizer, Kopeck', and Aldova, 1966) . The organism has been implicated in outbreaks of food poisoning and is coming to be commonly regarded as a potential cause of gastroenteritis (Sakazaki et al, 1959; Hori et al, 1966) .
Heavy growth of Pies. shigelloides on primary plating occurred in three of the 33 children for whom we had kept records of the method of isolation. Two of the three children came from the first group with possible Plesiomonas enteritis (cases 2 and 8) and the third child had ulcerative colitis but was thought to have an exacerbation of diarrhoea due to Ples. shigelloides (case 36). In the remaining 30 children primary plating showed an equal tendency to be positive in the presence of enteritis (eight out of 14 positive) and in the absence of enteritis (six out of eight positive). In children infected with accepted intestinal pathogens primary plating was less frequently positive (four out of eight positive).
Our own experience is consistent with the view that, although the organism may be found in the absence of enteritis and although it may occur in the presence of intestinal disease, especially dysentery, Ples. shigelloides may be the cause of enteritis, particularly in infants. The enteritis it appears to cause is usually but not always mild.
